The role of macrophages in hepatic amoebiasis in hamsters has been investigated by means of antimacrophage serum prepared in rabbits. Animals treated with normal rabbit serum or antimacrophage serum, as well as untreated controls, were inoculated intrahepatically with 105 axenic trophozoites of Entamoeba histolytica. In hamsters treated with antimacrophage serum before intrahepatic inoculation of amoebae, the mean weight of the metastatic foci was significantly greater than in normal rabbit serum-treated or untreated controls. Treatment of hamsters with antimacrophage serum both before and after administration of amoebae not only increased significantly the size of the abscess in the liver but also allowed dissemination of metastatic foci to other organs.
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Although monocytes/macrophages have been shown to play an important role in host resistance to various protozoan infections (4, 5, 12) , their involvement in defense against Entamoeba histolytica infection is not well known. Stemberger (14) and Gold et al. (11) reported that cellular immunity plays a role in human and experimental amoebic infections, but the effector cells involved in this reaction have not been studied.
Preliminary experiments in our laboratory have indicated that macrophages play a role in host resistance against amoebic infections (10) . Therefore, the following experiments were performed to confirm and extend our preliminary observations on the effect of macrophage depletion on the host defense against hepatic amoebiasis in hamsters.
MATERIALS AND METHODS
Parasites. The IP-106-L2 substrain of E. histolytica used in these experiments was obtained by passaging the IP-106 strain (8) twice through hamster livers followed by reisolation in axenic culture in TPS-1 medium (7 The results of this experiment (Table 1) show that AMS treatment affected the susceptibility of hamsters to amoebic infection. In AMS-treated animals, the mean weight of the metastatic foci was significantly greater (P < 0.01) than in NRStreated or untreated controls. However, there was no significant difference between the groups in the size of primary liver abscesses.
AMS treatment before and after administration of amoebae. Since AMS treatment on 3 consecutive days before inoculation of amoebae did not change the development of abscesses in the liver, AMS treatment was given 3 days after administration of amoebae. For this purpose, three groups, each consisting of eight hamsters, were used. Group 1 was treated with 0.2 ml of AMS on days -3, -2, -1, 1, 2, and 3 relative to the inoculation of amoebae on day 0. Animals in group 2 received NRS on the same treatment schedule, and those in group 3 served as controls. The animals in all groups were injected intrahepatically with amoebae and killed 10 days later. Table 2 shows the results of the experiment. AMS-treatment before and after administration of amoebae not only enhanced (P < 0.001) the mean weight of metastatic foci but also induced a significant increase in the mean weight of primary amoebic liver abscesses (P < 0.02) when compared with NRS-treated or normal hamsters.
DISCUSSION
The experiments described in this study were done to investigate the role of macrophages in hepatic amoebiasis, by depletion of these cells from the host. The data presented in this study show that macrophages play a role in host defense against E. histolytica infection (Tables 1  and 2 ). The enhancement of the size of abscesses in the liver and of metastasis in the animals treated with AMS can tentatively be linked to depression of macrophage activity since in vitro evidence indicated that the AMS used was specifically cytotoxic for these cells. Although AMS treatment for 3 days before amoebic injection failed to enhance the growth of abscesses in the liver, there was a significant difference between AMS-treated and control groups in the size of metastatic foci in other sites (Table 1) . On the other hand, treatment of hamsters with AMS shortly before and after administration of amoebae induced a significant increase in both the mean weight of abscesses in the liver and also metastatic foci in other organs ( Table 2 ). The results of the first experiment suggested that AMS treatment for a short period before injection of amoebae was not sufficient to be effettive, since there was no difference in the size of primary abscesses in the liver unless the AMS treatment was extended for 3 days after administration of amoebae.
In previous experiments (lOa) it was clearly demonstrated that passive peritoneal exudate cell transfer had a significant effect on abscess growth and metastatic spread of amoebae. Furthermore, our previous observation (9) on amoebicidal activity of macrophages from immune animals provides evidence for the role of macrophages in the control of amoebic infections. In another study (10) , it was found that silicatreated animals receiving an intrahepatic inoculation of amoebae developed abscesses in the liver and metastatic foci significantly greater in mean weight as compared with control animals. The severity of infection after silica treatment may be ascribed to the depletion of macrophages, since silica particles are known to be cytotoxic to macrophages (1-3, 6, 13 ). The cytotoxic effect of silica on macrophages in other protozoan infections has been shown, as Kierszenbaum et al. (12) reported that injection of silica into mice decreased their resistance to infection with Trypanosoma cruzi.
These results suggest that at least one of the effector cells responsible for the control of hepatic amoebiasis in experimental animals is the macrophage. However, the mechanism of macrophage involvement in this reaction is not fully understood. 
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